Observations on the expression of bcg-1 gene in breast tumor and adjacent tissue
Dear Sir, Various clinico-pathological characteristics are evaluated for the management of breast cancer and the predictive value of these variables in determining benefit from endocrine therapy could be further refined by gene expression signatures.
[1] Recently it has been shown that bcg-1 gene that is localized on chromosome X, is expressed in breast cancer specimens and not in cell lines and normal mammary epithelium.
[2] This gene shows homology with necdin, an inhibitor of cell growth and apoptosis and MAGE (melanomaassociated antigen) genes that play important role in the immune surveillance of certain tumor types.
[3] We analyzed tumor samples and normal adjacent tissues obtained from breast cancer patients for the expression of estrogen receptor-α (ER-α) status and bcg-1 gene expression.
A total of 25 tumor samples and seven normal tissue specimens were analyzed for ER-α by enzyme immunoassay (Abbott Laboratories, Ilinois, USA) and were classified as ER-α positive or ER-α negative based on the cut off level of 15 fmol/mg protein.
The bcg-1 gene expression in these tissue samples was studied by RT-PCR as described earlier.
[4] The oligonucleotide primers used for RT-PCR of bcg-1 gene were: 5'-AGTACCGAGAGGCGATGGA-3' (forward) and 5'-AGCCACTGAAGCCACCACT-3' (reverse) and for β-actin (internal control) were: 5'-TGCTATCCAGGCTGTGCTAT-3' (forward) and 5'-GATGGAGTTGAAGGTAGTTT-3' (reverse). PCR products of 297 bp and 446 bp were obtained respectively for bcg-1 and β-actin. [2, 4] Our study showed that 11 tumor samples out of 25 samples were ER-α positive while 24 tumor samples were positive for bcg-1 expression. Four out of seven normal adjacent tissue specimens were positive for ER-α while all the cases expressed bcg-1 gene [ Table 1 ].
The expression of bcg-1 gene in all the tissues irrespective of ER-α status indicates that its expression does not appear to be related to ER signaling and it may not have a role in breast cancer. Letter to Editor
